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Abstract

The Kirsten rat sarcoma viral oncogene homolog (KRAS) is a frequently mutated oncogene in human
cancers, with the KRAS G12 mutation being the most common type of KRAS mutation. This mutation
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leads to the continuous activation of the KRAS protein in cellular signal transduction, promoting tu-
mor growth and metastasis. Although KRAS was historically considered an undruggable target, sev-
eral KRAS G12C-targeted drugs have been approved or entered clinical research stages in recent
years. This article reviews the representative compounds, mechanisms of action, and research pro-
gress on the biological activities of various KRAS G12 inhibitors, aiming to provide insights and ref-
erences for the development of small-molecule inhibitors targeting KRAS G12 in anti-tumor drug
discovery.
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1. 5|8

RAS S1F = MREH(GTP B MBS 15V 2 IS rfis . B K. AR (E S, Hxk
B3 LS KRAS. HRAS I NRAS [1], H A KRAS Z4HAAE AE KA S f2 1 sl 1 81, 2
R B L R EURE N R 2 — . KRAS RAZ 3 BE 5 8l ZUR RRAS U M MR Ar, FEr
7E G12+ G13 1 Q61 =M si[2], G12 (%S T RAS R i Wi . XFT KRAS G12 £ £, PR A
b5 PR R R A0 01 S . FE AR /NR BT, KRAS G12C (41%) 2 i EEMZRA, HIKZ GI2V (22%)-
G12D (12%) [3]. £ CRC ', KRAS G12D (30%~40%)/& il A, G12V KRR 5 G12D AL
G13D £1°5 20%~30%, G12S. G12A. G12C {5 RAZ 1) 5% [4]. PC 1] KRAS KA i =, HH G12D
(39%) 2 A i f RAF KA, HIE G12V (33%) [5]-

JUTHESR, NZEATFK KRAS NrTHIHIHIAT 7 ERISS ), ERARMERE . —J57H, KRAS
HERMG, D50 TFHEWEEGR N4, JFH KRAS EEH5EY GTP HA B BE/R(1072) 15
SRARE, W TN THEYS KRAS-GTP {7 s sa eSS G IMERE[6]: 73— 7T, KRAS EFifES
WK HE R, WUE G291 K2 5% TIHE SIS R N[ 7], HEL 5 KRAS FE LA s 1259
oy Tl WA B A B KRAS, #E1 51 E BRI EEERNA R RBL, 457N 73 T4 5 & T Rl ok
Mo HET, VYRR KRAS G12C BHpfiIFtdE B, He R 20540 T IR RIR R B .

2. KRAS EBEREHMIhEE

KRAS % [ KRAS R 4f, K/NA 21 kDa, B GTP BiGT. KRAS & A& N i & R
) G S5 3R AN C SR AR IR [8], G Z5#43k il P 3K, Switch I 1 Switch IT X341 i, Switch T Al IT [X 3%}
T2k GTP/GDP 753+ KRAS £ [ ¥ £ < E 2 [9]. P PAM1 Switch 11 & KRAS H i WL FEAR X 35,
HETVFZ KRAS G12 ] 77 #8153 28 X I AL ji 5 o

KRAS H R BEEE 5 8RR A KRB F(BGF). ML/MRE M A K K F(PDGF) Al R 4T 4 41 i A= K K1
(FGFs)&5 0% IR S2 AR T IR I (RTK ) o IEH 1500 T, KRAS 7E GTP 455 Hll GDP 454 2 [A] 4% 4t . KRAS
HAAWNTER GTP BEG T, SR IE MRS T4 A 1E KRAS [ GTP /Kfi# N GDP,  Mifi#E NJEIG T IRZS .
YA MR EIA OCRIBUE 5, 1E GEF (S HRACHE )BT, KRAS 5 GDP 3 JJ%MK, GDP #%
GTP K. GTP Btk GDP S & s Al I A AR E[10] [11]. KRAS 5 GTP HI45&80% 17H G 4504
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B Switch T AT I AR, Bl J5 305 1) KRAS PLRREL — BRAKITE XS Ml 456, floR T s 5 90k
S

KRAS fERNTIFK, W B RTKs ¥0E, W75 N RAF-MEK-ERK. PI3K-Akt-mTOR #
RALGDS-RAL %5{55iH#¢[12]. RAF-MEK-ERK @ & KRAS {555 FNE M RS, KRAS BUIE
RAF Bfi(1n BRAF), WEE21L R BEAL#: % MEK F1 ERK, {234 M5 % A (0 Cyclin D)L, Wsh4H
M3 FE PR T 7F PIBK-AKT-mTOR i+, KRAS 5 PI3K #ELIEEE pl110 54, 1L PIP2 Apk
PIP3, uf AKT Ffik— 4% mTOR, /™ SAMIIGTE . /4. AU g (b B A 184 5i) S Bt T2 6]
RALGDS-RAL J# % /& KRAS 15 5 W28 1) G873 32—, /£ RALGDS-RAL i@ #% ', KRAS 454 RALGDS,
fiEfk RAL 2 (1) GDP/GTP 2c#e, WI=HMIE . MMUTR S Fim [ 13];  IX I % 7 41 i 25 22
AW AR ORI SCRER

3. KRAS EEET 5 ihiE

KRAS 45 55 ifs ke A2 K JiE i FE AR 9% . KRAS G12 {7 %00 12 o DL 28284 45, B4 4% G12C. G12D.
G12V %, XUEGARHIHE] T GTP HI/Kf# M KRAS-GTP ] KRAS-GDP {4, {#f KRAS FF4Li0%, M
FREEOE NS 588, RIS SIS IR M R A, SRR AR AL, R R R
R EEIKF A K. KRAS G12 KA A7 7E T e/ N1l (NSCLC, 25%~30%)~ 45 HL 7% (CRC, 40%)
FRIRIEPC, 90%) 1, H-5 M8 A R UG % VI %[ 14]-[16]

KRAS F7 0 18 b o448 e 8 A 55 (TMEE ) i 4 Jie g (100308 e AN G e ik itk . AFF 7T R0, 5 B7 A= KRAS #H
b, KRAS G12C RAAAR] 7 PD-L1 /K- 23 Fhmy, A2 e il i oA i [ 17]. KRAS RAZ KA
5 TP53. STK11 B KEAP1 S5 [A 1) Re e At L8, JLRABHE KRAS FRAR I Jieg vl S B0A (7] ) S 2 o 57
YER . #£ KRAS G12D/TP53 L5878, PD-L1 ZK-T-Fl e 4 fiZ (M1 B MR i Fl NK 40 i 55) (1) 235
BEEPRR[18]. ME T KRAS G12V FEARIRA MR 40 i 734 IL10 F1 TGFB1, MM 75 F s | ¥ Tregs
SN[ 19].

KRAS G12 A5t 5 MR 7 (0 25 E 2 UM 9% . 7 KRAS G12C AR, 5 GTP 45411 KRAS
RAKEVE T KRAS G12C #IHIFIMBUSEE, 24 KRAS G12C 4T Ri% 1) GDP £ 4 RASH, KRAS
G12C 44177 > M ELAE FH BT KRAS G12C, KRAS-GTP 5 KRAS-GDP (K HZ N4 SHA KRAS
G12C #HIFIRT 251201 KRAS G12 R4, #1 G12C Al G12D #F Al fg i i Mo 28 b8 iR 1 (TME) 5 3
X G A T S A R AR 24 P21

DA B2 SR RN, KRAS G12 [ 5R7AE 55 iR G2 ) 14 P 55 o 28 2 g id 245 PR 85 DDA oG, ]
RE- SO iR G 5 A6 A LA SR 280 B
4. HiE$[E KRAS RTFRIHIHIF

2013 4, Shokat S H [FEFH K | KRAS G12C K RAZLE KRAS EEH74 T — N5 TR &1 H4E
Switch I P [22], 1% 1487E KRAS 5 GDP 45 & ARG MR N R ER, W atia e Mz - & i BAE
FHAE AT . 12 EAEHE ) KRAS G12 RARNT A —ANH R, (15 B4R KRAS G12 AR
WHR AT RE.  H AT B4 A KRAS G12 FEARRL s/ 73 T4 ) 58 £ 28 h T KRAS G12C. KRAS
G12D. KRAS G12V 1 Pan-KRAS #lifil7], ¥F 2 /N1 IEA TR A B . A% KRAS G12S. KRAS
GI12R. KRAS G12A #Ifil | ( kBB NI,  H AT IEHE NG R A 617 08 o

4.1. KRAS G12C #H15

KRAS G12C RAL 12 i 2 BR(Gly) & #: 4 2 B2 (Cys), 1E NSCLC Hf A W, KRAS G12C 411
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511700 1) FH 28728 1R 2 Bt U TR 1) 88 S5 % R R AT 807 5 KRAS G12C ) Switch IT [X 3845 4 [12], K KRAS G12C
FEEARE IR, i HiH] KRAS (557 S RESUMEIEN . BHara WFE X KRAS G12C RAEAL
SR ZINGY T R R b A BT

Sotorasib (AMG510, RILHLUAR)Z B NEANIRAIRE K KRAS G12C #fl57], & 2021 £ 5 A&
F2[E FDA st T697 KRAS G12C S48 Joy e JH B L F2 1 NSCLC R N 3 [23]. N T ik—2
PE4% Sotorasib FIIE RN E, CodeBreaK 200 fJ 3 #i6 LL# T Sotorasib 5% P 3 7E NSCLC H3#H 1
J7R, SR EIR, Sotorasib fE KRAS G12C RAFf NSCLC 3w Eon AR T 22 it fth 38 1 TE 3t Jig A= A7 10
(PFS) & M f# 2 (ORR), (HAESEAFHIOS) H AR EB/R R Z R . HAT, Sotorasib Bt#A FGFR #il
7. PD-1 455 . RAF/MEK 1) 55148 F (I PRAJE 75 1E 75 VP4 o

Adagrasib (FTiEA%$7 U A0) 5 Sotorasib #HELHA U280 1Rtk B iiKik 23h, HAR
PRI ZIBENE[24]. 22T 2022 4 12 A4 3£ E FDA fitift H Fi677#% KRAS G12C AN &
B R PE NSCLC [25], 8576 % & Ryt YT CRC[26]. $ERIE, Adagrasib ] DL Y iR oA 355,
T8 T R S B A AR A BB, 5 Sotorasib AHBA[27]. FE—TRANA 148 4 KRAS G12C
S (I3 NSCLC 235 1 2 SRR AT 7 [28], Adagrasib BEG AR BR A HLIEIT )G, 7E PD-L1 TPS (i
SR 2 L IE 1 181 43 50 > 50% ) 5 3 i 2 L2 i % (ORR) A 63%, DCR Jy 84%, Jy LB 7E i K B fit
THEPUEYE . ©IF R — I 1 A RS K 3k — 2 i 9T Adagrasib BEG AR 2Rk HTAERE T KRAS G12C
5745 . PD-L1 TPS > 50%I1] NSCLC 3 ()7 %0 22 4297

IBI351 /& — KR P HE ] KRAS G12C )5, s AR AT 722 B IBI351 X G12C R A miik £ 1%,
HAERMLH S H AR KRAS G12C $EHMHIFIALL. —D0 2 BERIRE T, RZGnyT B3 T 116 BIEE
fEBEZ VR TT I KRAS G12C 248 NSCLC H# f ORR (49.1%), 47 PFS N 9.7 NH, EEBIRINZ K
UF[30]. AEAHER S KRAS G12C 17, %24 0 F 2024 F3R1F E 5K 25 5 B B R (NMPA) B 44 4-4it
LT, AT 22— R RGMEIRTT I KRAS G12C A5 NSCLC A £ .

D-1553 {EIG AR AT 70 i B s ) 22 Fh KRAS G12C M0 R IS 17, TR 8 A Rk s
WM, DUREA S AR R R 2 202 EE[31]. — 30 2 AR AIRIE AL T 123 LM s
PE KRAS G12C R4%H) NSCLC ¥ #5 D-1553 (600 Z 55, BID)AIVEITRE, ORR N 50%. DCR N
89%- WL PFS N 7.6 N H[32], i Sotorasib Fl Adagrasib AT 2% 2024 4F 11 H D-1553 £&.7F
HE BT THRT 2082l — R R AR IT I KRAS G12C KA NSCLC RN 3 .

IDQ443 3 B m bk Bk . SR 0. 5 GDP 454 ) KRAS G12C SRS #1751 . TDQ443
PAAS[ETF Sotorasib Al Adagrasib £)75 3 5 KRAS G12C switch-II DA AT 454, 8% T 5 HOS AR LM
FAEAEM . HATVPY JDQ443 HFRIE N R M B F2 1% KRAS G12C RS NSCLC2 Il R S50
EAEHET, S BUE SR Hrh AR T B 18N 4.9 N H, ORR N 57.1%[33]. HET, JDQ443 HZhAl
JDQ443 5 TNO155 (SHP2 g A4 11| 771 ) Bl 5 75 I B B 470006 G v 7 W H0 e A4 980 283 1) I PRI 9t T AE g
(ML

JAB-21822 J&—Fi L LIk KRAS G12C LAl 5. W58 &K M, JAB-21822 #£ EGFR 5 KEAP1
AR RS ) ORR i T H AR A, (EXFF STK11 R4 58 I8 & 5 [34]. —TiiEAh JAB-21822 1F
NEZEVRIT A KRAS G12C. STKI11 AR ANEF A7 KEAPL f g U108 5 1) 2 WG PRI 6 5 — TP A
JAB-21822 HLZGIRITIE B BRI KRAS G12C 4% PC s B 11 2 MAIG RIS IEAEF 2

GDC-6036 % KRAS G12C AN R IR B2 dE KRAS G12C RAZGHAE & 11 18,000 £i5 LA F[35],
ICs0 4 0.0029nM, 57 i EE IS KRAS G12C SRASHHI 7 5 i M O A Bk . 72— TGN 137 ) &
(60 1 NSCLC, 55§l CRC, 22 il H & s8I 1 #IE AR RL H[26], 1 ORR A AL PFS 7E44E I
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fltF Sotorasib 5% Adagrasib, &7~ HRKFIVATTE /7.

LY3537982 s& ALK A Fl 4k LY 3499446 I RIT 838 < 5 HE 1038 — 48 KRAS G12C RAZE F 3L
M7 . LY3537982 7E KRAS-G12C R H358 il 4H i 5 7 ¥ ICso A4 3.35 nM, ZURIE AL T Sotorasib
(47.9 nM)F1 Adagrasib (89.9 nM). 7Ei4H KRAS GI12C F48 ()2 A S M R MR8 i i 25 Sk U ) S R A AR
(PDX)fEAIH, LY3537982 7E 3~30 mg/kg QD B BID Hf EH HY M 58 4 T8 1B F1) i 25 1) i A K i 250
[36]. —Ti LY3537982 7£ KRAS G12C FEAZ M S AR B (1) 1 IR KB T (NCT04956640)45 R 7w, £
24 % PC B3 F11f] ORR N 46%, 4L PFS 4 6.4 S H[37]. #4r KRAS G12C il 77 i PR A 73k e W
1.

Table 1. Clinical research progress of KRAS G12C inhibitors
# 1. KRAS G12C #HIFIE R 5T R

WA 2 FK &~ NCT %5 BRI NREAETPIRAS
NCT06582771 ﬁt/ﬁifﬁ BN it g é%ﬁ%ﬁ:i
NCT05451056 IWPR I 3: AR/ N i e 72, JEBIR
) s NCT05398094 S| ANl i
Sotorasib HIZ NCT05118854 R 1T 1 SR
NCT05920356 PR /10 3 i Sl
NCT05074810 PR T 3. PR RS
T e bl AR, 45 EA
NCT06248606 PR 1L 3A: JESRRAE N0, 3R/ N4
NCT06497556 Jit it g g 6 #%
Adagrasib Mirati Therapeutics NCT06412198 IR VB s, MR, JHAGER,
NCT05634525 HH g
Eggggggg;g Wik 1#0: Bz, b, T2,
g5 5 A S 4
NCT03785249 DS s I v A 2t IR = b
R B RN e
IBI35 1 Gy N CTOaaTas MR VI I: SEAffR, 5L, eI
G HR T 3. AESRR Ak /IS 20 o fr e
NCT06435455 1R TP N o) 2
D-1553 T NCTocaoos30 R 1 : SR, WeRAE
fi . EEWE
NCT04585035 iR 1T
NCT05009329
NCT05002270
NCT05194995 PR T 3. JEGRIRIE /N0 P itz
JAB-21822 kB 255 R A A NCT05276726 IGPR 1T HH: s, SSEWE
NCT06416410 WGHR VI J: SeARss, N, R
NCT06008288
NCT05288205
. Iw PR I 3: 3E /N i itz
JMKX001899 IR a2 Wbk T30 RS, SCUR, s, S
f e
NCT04449874 PR T 3. JE/Nan i, JESRRIE N
GDC-6036 B K2 NCT04929223. f i
NCT03178552 IGR T #: seiidl, dSERE
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R
NCT05067283 PR TIT 3 JE/NgH B it
MK-1084 BRVD AR 2 NCT06345729 IGPR THA: seifim, BN, FESRIRIED
NCT05853367 MftiE, BEIE, BHRE
G PR T ;B N pimE, JEsRRAE Nl
NCT06235983 Al
LY3537982 ALkt 2 NCT04956640 IGR VI . 5EE, 75 NERE, B
NCTO06119581 b, NHIEJE, UM R
WGER 1T HA: Sikm
NCT05358249 I PR TIL 3. < /N P e
NCT05132075 G PR T 38: =lE /N 200 e it e o 2
JDQ443 A 2 NCT04699188 R VI3 S5 B, SEfow, RRIEE,
NCT05714891 + iRRpE, BRAE, SR e
NCTO05445843 WGP T HA: /N2 i ity
WGP I 1. B/ NP, S5ERE, X
GH35 Btz NCT05010694 PR, BV, IRiERE, FERBE, o
B
WGP II 3. S5 B, A/ hguiufiig, R
D3S-001 EA R EY NCT05410145 Ji sz

R 139: Sfd

4.2. KRAS G12D #J15

KRAS G12D & 12 7 H& B (Gly) & # N KL &R (Asp), A& CRC Ml PC F % UL KRAS FA5 45
5 KRAS G12C A, KRAS G12D FAAK M) Switch IT 4% i = ] 81 /) (K55 A% E AL R, Toikilid 3t
e &R RGEATEE R, H KRAS G12D 52K GTP /Kff#E RN KRAS G12C AR 33%~50%
[38], PHIEIFA KRAS G12D #7158 APk . H AT JE3- A1) KRAS G12D #E [l B, K24
NGy AT AL T 5 I R SR B

MRTX1133 2#—MikiE S KRAS GI12D & A A SR MMM 45 G MHRIpM 20, 5
KRAS G12D &4 )ik 02 KRAS B AR 700 £%[39]. MRTX 1133 ZE IR RTHT 78 I8 - ok He e JURh
KRAS RAF(G12C. G12V. GI3D)FMEF A KRAS s (3G, HikPet 5 KRAS b H95 #RIEMI45 &
FK[40]. 7E 58 I AR B A 7T R 3R L, MRTX1133 7E#47 KRAS G12D S48 SRS ) 1/2 FAIG R 78 L4
FFFE(NCT05737706)

siG12D-LODER J&—Fi ]l AL VB 1 RS8R, W& L1144 KRAS G12D RAH)/NF#E RNA
(siG12D), FHFHF4LiEi%4 F KRAS GI2D 4K siRNA, HAEHHLH]Z LK KRAS & A KER[41].
siG12D-LODER fEARN « RSN /D T KRAS KB IF W] 7 PC BAK[42]. 1XZ1E 2018 SR /E3) T
L IEPRE 5, B EVEAL siG12D-LODER 54657 25k &8 1697 R e PC BI97 2%, 1E 12 AT i
EET, 2 BH RN, 10 ZhthEtesE, Az oS 151 MH.

HRS-4642 7 S0 —Fh K AR IS IR /& KRAS G12D #HI5], AR/ FA Py 2 BoR 4t KRAS
G12D SRAZ R 58 KI7 %[43]. 1E 18 Bl KRAS G12D 7%/ NSCLC F1 CRC SAy8 ## rh kAT (1)
1 AR IRIT 7T o, £ HRS-4642 16975 11 BB E(61%)m 5k, 6 5] B (33%) M B kL 4 /N 44] .

RMC-9805 & — & E Bk FME. Jetr. DRI KRAS G12D #4177, @il 5 KRAS G12D FZEH &
A Z[AFERaE . MR = e B A, KT KRAS R 55T, Wi RIEER45]. ©ATR
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AR

¥

1 1/1b BAIGIRBF 7545 5 2o RMC-9805 7F KRAS G12D RASE -S4 I ) ORR N 30%, DCR A
80%, HAEARIAFE BN B2 A2 4. 357> KRAS G12D 51 & siRNA IR0 HEfE L4 2.

Table 2. Research progress of KRAS G12D inhibitors and siRNA
7% 2. KRAS G12D #5715 siRNA SRR

&4 Bk WA ] NCT %5 A FRIE SR AEIPIR A
NCT05533463 WM& 1L #: Jiflgss, NOidss
HRS-4642 IR NCT06427239 &K VIL #1: Seik08, SE e
NCT06520488 5K T #: JE/N9H i itives
PR 13 R
N : R I H: SeiAis
astoor  OSEEEE Nerogasiso ik 0 bbb, iss, SUs, 1
a dfsE, U, FANME, PR, B, 4H
o, AT PIRHAE
siG12D-LODER Silenseed NCTO01676259 IR 1T #1: PR
RNKO08954 AR 2 NCT06667544 &K VIL 1. seik0sd, SE e, s
GDC-7035 FER R LA A NCT06619587 IRk I/ 3. seiks
/s . SAAY IINY L g gk
AZD0022 iy 17 ) NCT06599502 E?EEHEQ' SRR, A AR BRI, 2
719e6:
GFH375 T NCT06500676 IR VI #: Sotdom, BRARE, B0
e RSN g4 =) /NY
TSN1611 ZINAEMEZ AT NCT06385925 g,;?;#ﬂgq SR, WA, BiEE, A0
Vi)
MRTX1133 Mirati Therapeutic ~ NCT05737706 IR /11 . Szidkss
LY3962673 ALk 2 NCT06586515 PR 1#: ZEE e, AE/hduiufitie, FBERRe

4.3. KRAS G12V #HJi5

KRAS G12V RA%2 12 7 H &R (Gly) RAS AR Z TR (Val),  WLT 45 B e F R S se ik . )
KRAS G12V #IIFI I R AAE TR E I B . AR FidkiE, J6 3 S TILs 1) KRAS G12V P T 4l
24K TCRs A AR SIS & HLA W 231 KRAS G12V SRASHFUR, FHHAE M P AA SR 4231 B i (461,
AR A TCR #EH47 T 40Ma A5 BB a2 1697 BT K KRAS G12V #llfilF & — R s St 7 ik. Btk T
Il RHIT & 385> KRAS G12V 417 W% 3.

Table 3. Clinical research progress of KRAS G12V inhibitors
= 3. KRAS G12V #l5IER i 5 R

WA 2 FK UGk NCT %5 AERIE MO FEIRIR A
AFNT-211 ThAfﬁni‘T. NCT06105021  Ipk 111 #1: S
erapeutics
= .4k VB Sk
NW-301V W BRI R A TR A 7 NCT06484790 TIEEEI’E’@:;”E%E’ SRR, IRt
e, TR
RE001 T cell I FE A4 R E NCT06545201 WGPR T 3. sy
e . o IER T JE/NfufitiE, 4EM
CRTKVALI LR T E AR A R A A NCT06767046 Sk R
TCR1020-CD8 University of Pennsylvania NCT06707896 IR T R, 45 B
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4.4. Pan-KRAS #1571

EFx KRAS RAZMIRGYT, HAl4Eko B CH I3 KRAS G12C #fil5), A7 1EBR IR AR
oK. Pan-KRAS #Iil5/& — R AEME HE ] 2 Fl KRAS RAF(EFE G12C. G12D. G12V F)Ei M #i4, nf
FUIRILA KRAS G12C IR RIRE, N Z K KRAS SAF R B F I A0G T k. Har&ERuE
P ERFE) Pan-KRAS $IHIFIIT 40 23K, HENIGRIEFEIEFHFAZ

RMC-6236 (Revolution Medicines) & —Ff [ A& 2 H. GE % 75 1o 1fi fidg B 5% Y 848 RAS 22 e 8 1 1) 551
FEIGPR BT 75 oY, RMC-6236 CLIIF BIE NSCLC. CRC HIEE IR 54 g S A o, AT e B A R0 4
ZFh KRAS RA R 4K, JUHAE KRAS G12D. KRAS GI2V A1 KRAS GI2R FAFKR[47], —Ti 1
B ARG 7R, RMC-6236 7E NSCLC H1f] ORR N 38%, DCR A 85%, TEMRMRSE IR+ ORR A
20%F1 DCR N 87% [48]. MW7tk W% 4.

Table 4. Clinical research progress of Pan-KRAS inhibitors
3 4. Pan-KRAS HIHIF|IERIFFTIE R

B4R WA F NCT %5 AERIE ROEAERPIRAS
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Table 5. Clinical research progress of SOS inhibitors
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&R R B NCT %5 ABRIE NORE AEWPIRAS
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Table 6. Clinical research progress of SHP2 inhibitors
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